left bundle branch block the intraventricular conduction time as measured from the His bundle electrogram represents conduction down the right bundle branch, for ventricular activation depends solely on conduction down this bundle, when there is left bundle branch block. In patients with left bundle branch block and a normal QRS axis, the conduction time in the right bundle branch was normal; in patients with left bundle branch block and left axis deviation the conduction time in the right bundle b,ranch was grossly prolonged, indicating additional disease in this bundle. This was thought to suggest that the finding of left bundle branch block and left axis deviation on the external ECG should lead one to suspect that the conduction disturbance may be more widespread than is apparent from the ECG and that the right bundle branch is also involved. The recording of a His bundle electrogram is a useful method for determining whether this is so.
Dr D M Krikler (The Prince of Wales's Hospital, London N15 4A W) said that the finding of left bundle branch block had originally suggested the possibility of ischamic heart disease in this patient, but on clinical and electrocardiographic grounds this had been discounted. Coronary arteriography had now ruled it out and an alternative cause must be sought. There were different types of fibrosis of bundle branches for which no cause had been discovered, and the name Lenegre's disease had been proposed for those who went on to complete heart block, as seen in this case. Such patients were usually older. Under the stress of the investigation J P had been discovered to have extensive evidence of disturbed intraventricular conduction, necessitating the insertion of a permanent pacemaker; this was-fortunate, for otherwise he might have had an unanticipated, possibly fatal, Adams-Stokes attack. More of the younger patients with left bundle branch block should probably be investigated in this way, and a positive indication would appear to be the co-existence of left axis deviation and left bundle branch block in the surface ECG. block carried an ominous prognosis. It was clear, however, that it had been wrong to consider that coronary artery disease was a major factor in conduction defects, and the presentation of this case was most timely.
Chronic Lymphatic Leukaemia
Presenting as Sjogren's Syndrome J M Gumpel BM MRCP (Northwick Park Hospital, Watford Road, Harrow, Middlesex) Mrs L S, aged 72 History: Referred to Northwick Park Hospital in July 1971 for investigation of increasing enlargement of parotid and submaxillary glands for one year, accompanied by marked xerostomia and minimal keratoconjunctivitis sicca which preceded the salivary gland enlargement by some months. She had noted some recent bruising on the legs, worse with exercise and unrelated to trauma. After losing 21 lb (9.5 kg) her weight was now stationary. On examination: Both parotids and both submandibular glands markedly enlarged, firm and painless (Fig 1) . Lacrimal glands not enlarged. Very marked dryness of mouth. Widespread but minimal enlargement of lymph nodes, which were hard. Spleen palpable 8 cm below left costal Investigations: Hb 11.9 g/100 ml, WBC 199 600/ mm3 (186 000 lymphos.), platelets 130 000/mm3, ESR 11 mm in 1 h (Westergren). Peripheral blood film: typical of chronic lymphatic leukemia, which was confirmed by sternal marrow examination. Immunofluorescent antibody tests: negative for antinuclear, thyroid, parietal cell and smooth muscle antibodies. Weak antibody against salivary duct epithelium was present. Sialography: punctate sialectasia of parotid and submandibular glands.
Response to chemwtherapy: On treatment (Dr I Chanarin) with chlorambucil and prednisone there was very marked regression of salivary gland, lymph node and splenic enlargement, which had virtually all disappeared after four months. There was no increase in salivation or in tear formation, but the patient felt considerably better.
Discussion
This patient had clinical manifestations typical of Sj6gren's syndrome without arthritis (sicca syndrome). It is well recognized that this can be produced by other diseases directly infiltrating exocrine glands, such as chronic lymphatic leukimia, lymphosarcoma, sarcoidosis and tuberculosis (Schaffer & Jacobsen 1927) , which should be excluded. In these secondary infiltrations, lacrimal gland enlargement is more commonly seen than in Sjogren's syndrome, in which it is extremely rare. A useful site for histopathological confirmation of Sj6gren's syndrome is the labial mucosa (Chisholm & Mason 1968 
Mr W P, aged 61 History: He had always been thin. 1962, Polya-Hoffmeister gastrectomy for large (6 x 3 cm) lesser curve gastric ulcer; histology showed a benign peptic ulcer with surrounding atrophic gastritis. Postoperative weight fell to 51 kg (8 st), eating pattern changed to frequent small meals (with a good intake of meat and green vegetables) and a snack at bedtime. July 1971, difficulty in swallowing solids, which tended to stick at the cricopharyngeal level; no dysphagia for fluids. Bowel function normal, with no evidence of bleeding or melena. December 1971, became breathless on exertion, developed right-sided chest pain exacerbated by breathing, and a cough productive of small amounts of yellow sputum. Chest symptoms worsened despite treatment and were his main complaint. Family history: His sister and his mother had iron-deficiency anmmia with koilonychia. On examination (13.1.72): Emaciated anemic man, weighing 51 kg. Temperature 39°C (102.5°F). Tongue smooth, gross koilonychia. Respiratory rate was increased, with reduced breath sounds and dullness to percussion at the right base. Investigations: Hoemoglobin 7.8 g/100 ml with microcytosis and hypochromia. Serum iron 39 ,g/100 ml, total iron-binding capacity 282 ,ug/ 100 ml, percentage saturation 13.8. Serum folate <2 pg/100 ml, serum vitamin B12 60 ng/ml.
Fmcal occult blood test negative on three occasions. Blood urea, electrolytes, calcium, phosphorus, and liver function tests were all normal, except for serum albumin reduced to 2.1 g/100 ml. 
